Helper factors for hapten-self cytotoxic T cells occur in NZB culture supernatants despite deficient AMLR.
The ability of helper T cells from NZB mice to produce non-interleukin 2 (IL-2) lymphokines in the autologous mixed lymphocyte reaction (AMLR) was examined. Factors present in normal AMLR culture have been previously reported to mediate the development of a cytotoxic T-cell response to trinitrophenyl (TNP)-modified syngeneic thymocytes. Young NZB mice, like the normal strains, were able to produce the helper factors in the AMLR and to utilize these mediators in the cytotoxic induction system. Old autoimmune NZB mice demonstrated a poor proliferative response in the AMLR and were unable to activate hapten-specific cytotoxic cells in the presence of AMLR culture supernatant from either young or old mice. This was not due to a lack of cytotoxic precursors, nor was it a normal consequence of aging, but may be related to decreased IL-2 production by helper T cells. Interestingly, supernatant from AMLR proliferation deficient old NZB mice contained normal amounts of the AMLR helper factor. These data suggest that AMLR helper factor production is not directly related to the proliferative response and that two different helper-T-cell subpopulations may be responsible for these activities. The production of these mediators in mice which cannot utilize them raise questions about their role in autoimmunity.